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X^ MXROPLJC-t- t niM 


Epilepsies are one of the common neurological disorders 
whxch are described in ancient Ayurvedic literature as Apasmara. 
fhe word epilepsy xs derived from greek words meaning to ‘'seise 
upon" or " taking hold of". 

Epilepsies are an important health problem and second common 
neu.rologxcal disorders with a prevalence rate of around 9/1000 in 

India, bo at a given a time, there are about 10 million 
epileptics in India. 

i lie problem of epilepsy is not simple, because of usually 
long duration of treatment, attached social stigma and reduction 
in the working capacity of patient. 

By and large the diagnosis of epilepsy is mainly clinical. 
Epileptology was only at preliminary stage before fifties of this 
century. But advent of EEG, CT scan and newer antiepileptic 
drugs has made it compulsory for a Physician to differentiate the 
idiopathic epilepsies from symptomatic epilepsies and generalised 
i !■ Dm localization related epilepsies, to ensure precise 
d iag 11 osis 3 management and : prognosis « 

Various attempts have been made by enperts to classify 
seizures and eplieptic syndromes, Til 1 date there is no Ideal 
classification.iiost of these classif ications are complex, time 
consuming and require ictal and inter-ictal EEG 


recordings .Another difficulty is that the terminology of 
epilepsies has changed substantial ly but older terms like grand 
mal epilepsy and petil mal epilepsy are used by a large section 
of physiciauis today. 

The various c lassif ication given by International league 
against epilepsy CILAE) of 1969,1981.1985 and proposed revision 
of 1989 are being accepted all over the world. 

Recently newer investigations like position emission 
tomography (PET), single photon emission computed 
tomography (SPEiCT), iiagnetic resonance imaging (MRI) and 
sophisticated EE6 related techniques have facilitated the 
diagnosis and aetiopathogenesis of some epileptic syndromes. 

Facilities of newer investigations are not avaliable in most 
of the hospitals and EEG remains the mainstay for diagnosis of 
localisation related epilepsies. 

In India higher incidence of partial epilepsies is noted as 
compared to western countries, probably because of greater 
frequency of CWS infections and birth injuries. 

In partial eplepsies speecific type and pattern of seizure 
varies with locale of lesion. Partial Seizures are classified as 
simple partial seizures, complex partial Seizures and Secondarily 
generalised partial seizures. Epileptiform EEG activity has been 
reported in 82% cases of partial epilepsies on routine EEB 
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(Hughes Greener 1985)i.EEG Hay express a partial, epileptic 

seizure by the of repetitive activity from one region 

which is dissimilar to its background rhythm and which is not due 
to change in alertness« Attenuation of spontaneous 
b€ 0 en destribed as representing seizure onset. 


activity has 
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qreek wcards ineaning "to seize upon** nr takinq hci'c: 

o t'h fii © n la a y cpz f" f ” e c" t ‘ ¥4q v" d ri d ia* a d a v' s i. n p r-'" a t. i c: e is e 13 i. 2. (z p s i. e s o i' 

t Q I;:) e a " '!: b n c:l e f”i c: y t e r e c 1.1 r r i n g e ij i I e i::: t .1 c: s e z li r e ‘ sw i (?: 2 d -d 
F r :i ‘c k s e n 1 9 4 1 ) i. t d a e s n ot s e e f?f s i..i 'f f i, c i. e n t n T o d e f :l e a id i I, a id i. a hj 
as paj*‘‘'ca >ryEMT!a i cerebral dysarrliy t'hrrii, a is at I iso vt .-i i*m" i .f 

d p t, e 1 '" m i 1 1 a ii t d e r a n g e rri e 11 1 o f n a v o u ib s y ib t & m a s a f " s -s li 1 1 a f s u d i:l e n 

d 0 f i. 11 ,i. t i c:) 11 o f e p i ]. & p s i as give n b y d i. c h 1 0 ?•“ ( 1 9 8 7 ) :i. s- ' ’ E::’ p lie f:i ;l 0 s 
are a group of disorders chara cterised by chronic: recurrent 
t::i a r o >t y is m a 1 a It e r a t i. o 11 s i. r 1 n e u r g 1 o g i. c:: a 1 f u n c:: t: i o fi c a u s> e c::l b y 

ties in tfie^ elcsctrical activity of brain** 


CLASSIFICATION 

A s a b a i. s t a a n y d i s c: u s s i o n o r\ c: 1 a s ih; *s i f i cr a t i. c;:» n o 'f * e p ;i ]. e p t :l c 
phenoruriena we need to be clear about distinc tions between 
cl assi f ication ' of epileptic seizures .as opposed to those which 
apply to epilepsies ..themsel ves« With seizures we are primarily 
con earn £5 cl with clinica 1 iTianifest.a tions and with their 
11 e u r Q p fi y i. a 1 o g i c b. I b a s i. s « w h e r*” e a s wit h e p i. 1 e p s i e s ri e a r © m c r" e 
caricerned with grouping erf seizures or syndromes^ their natural 
histories , and their underlying, causes^ F“ailure to observe these 
distinctions has often led to confusiorr in the past and still 
seems .to be doing so ^ the.refore ait present time both of below 



TION OF EPILEPTIC SEIZURES 


3ENERAI.... I SED SE I Z URES 
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( c; ) Mvc::tc 1 on i c sei. zur'‘a!::^ 

f a ) X c c" 1 on j. c sal zu. raz? ?; 

( b ) Tonxc ssizu. raSn 

Cc) Clonic seizuresin, 

UNCL ASS EEILiPT I C SEIZURES « 

CL ASSIEI C AJION OF EPILEPSIES AND EPI LEPTIC SYNDROMES 

{ fiocii f ication of ILAE 1985 c 1 assi f ication proposed in 19f:i9 by 
c: o m rn i. s :l o n o n c 1 a s s i f i c a t i o n a n d t e i " m i n .£).!. »::.•? g y a f I !.... A E" « ) 

LOCALISA T ION R ELATED ( LOCAL . FOC AL , PART I AL ) EPILEPSIES AND 
SYNDROM ES i. 

(1) Idiopathic (with agc^ related onset) 

- Benign childhood epilepsy with can trotemporal spike.;:: 

Childhood epll€v?psy with occipital paroK/srns 

mar y reading c^plepsy-.. 

88 ««( 2! )' Symptomatic s- ■ 

Chronic progressive' epilepsia . parti.al is\ con tinua 

- synclrorrtcis charac teri'zed b'y specific modE^s of Preeipi tation ' ■ 

T€^ri)pural lobe epilcepsiesn 

-*• Frontal lobe epilepsies,. 

- F"’ari(ietal lob€^ epilepsies., 
r'" Occipital lob€n epilepsies« 
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( 3 ) C!- 1-’" V *::) t. o q b r’l i. c ( c: b. u. '-'ij 0 f "i o t. k i"’! c;::t w n ) 

B. eENERALHBED EPILEPSIES AND SYDROHES« 

(1) Idiopathic ^ 

Benign neonatal familial con vul sions . 

B e n i. g n n e o n a t a 1 c: a n v 1 . 1 1 s i a n s « 

B e n i. g r* ? e j;:) i 1 e f s y i n i n f a n c y . 

C I'l i. 1 d h o a c:l a b e n c e e p i. 1 0 p s y 

JuriV'enile absence epilepsvos 

J ix n V B n i 1 e m w::: ]. o n i c a p:) i ]. 0 p ts y i 

- Epilepsy with generalised tonic clonic seizures (GTCS) on 
awakening,; 

Other generalised idiof:)athic epi 1 epDsies » 

•***’ Epilepjsies with sBizures precipitated by specific: modes of 
activation (Ref lex eplepsies ) « 

(2) Cryptogenic: 

West syndrome» 

Lennox Gas taut syndrome.. 

Epilepsy with myoc: Ionic astatic B€'^i:^ures 

(3) Sym p t cjma tic 

(i) Nc:}n ••"'Specific aetiology s 

-'• Early myoc Iconic encephalcspathy « 

*-• Elarly infantile encrephalopathy with suppressicjn bursts » 

Othe^r symptomatic: generalised epilepsies,. 
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(D) Special syndromes 

Sitjaation related seizures 
febrile convulsionsu 

- Isolated seizures or isolated status epi lepticus .. 

Seizures occurring only with acute metabolic: or toxic events« 

The important modif ications in :l9Eil9 classif ica tion of 
epilepsies and epileptic: synodromes. pro.posed . by ILAIE are 

Differentiation between the term ‘hidiopathic ** and 
“Cryptogenic: “ and' inclusion ■ of latter .subtype^ Idiopathic 
epilepsy has no underlying cause and xev dcrfined by age related 
on s e t c: 1 i" * i c av 1 a n d & 1 & c t r o e n c e p h a 1 o g r ap :i c h a r a c:: t e i’" i. c; t i c s a n d a 
presumed genetic: etiology,, The ‘term cryptogenic refers to a 
disorder whose cause is hidden or occul t., 
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2- Inclusion of primary reading' -epilepsy as an additional 

e f. t i L o c: a 1 i. s a t i a n . r elate c::l ■ ' I c;! i c;) p a t !'1 1 c:: e p i. J. e p '-‘j i e a n d 


*3 . 

inc 1 usi on 

of chronic p 

r‘ □ c!| r e s ivb epi I e p s i a pa r" t i, a 
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1 . 1 n u a 

i n 

the 1 

... 0 c a I i. s a t i. on 

!"■* e J. a t e d s y m jz 1 0 ni a 1 1 er e [z i. 
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5t; Another important irnilusion is the category of epilepsj.es lAjith 
seizures prec; i pi tarted by specific mode c«f ac tivation « The ; c„ 

e X a m ]::) 1 e o f t h i s g r o u. p i s r e f 1 a e p i I e p i. e “f*- 1* o r e >c a m |::) 1 e f'i q t w a t ©, r 

epi lepsy eating epi lapsy Shtartle epi lepi-:>y 

1 ^ !^!** *ir T****ii Knnr ""tt’** i ir^*ii <**!!!!£ 

Th€r over all prevalence rate of epil/epsy in gc^neral 
papulation varies from as low 3””’4 ps?r 1000 to as high as 10«5 par 
thousand ..Large variationsi in prevalence rates are attributed 
mainly to different criteria for selection of cases ..A higher 
prevalence?' rate in developing ■ countries is evpectec:! duO'. ,to 
increase in' birth trauma and inf actions « 

In, vast majority of studies . males tend to : preclO'minate 
presumably, due to more frequent hesad in j uriesl, The commonest age 
of onset of c^pxlepsies is 0**-4 years « The incidence rates are 
higher 'Within first ' decade« .^somewhat' lower in second, decade and 
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t. !‘i e i‘'‘i I") B c o ill 0 1 o .< 1" h 0 ], D w E' s t. r © v a. .1 e n c e r a t:. © e k* I’l i. c ! "i < J. '-.i u. a !1, 1 v c::;« c::: c::: i j. 

in first: dcacn^d© .j iJicrcaasE in sec on d do cad© and sliov-j a docllne^ 
a. 'f t: 0 f" 5 0 , yea i'*" si » 


jS***S. «>»“ iT**^ "“I*-* H „ M iTZS C2!!r I CIZI^ IT 

I 

Li and Jasper (1961) havs / demonstrated that the 
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the summation of synchronised abnorma 1 neuronal membrane 
p o t: B n 1 1 a 1 li-j c: a n s i i:» t i. n g o f 1 a r g b p a r a h y s ii') a 1 d e p o 1 a r i z a t i. C3 n li i ‘f s 
f ol lc:)W 0 d by prolonged after hyperpolarization « The depol arization 
shift resul ts in enchanced neuronal oMitation ,i whi le after 
hyperpolarization represents inhibition that may prevent octal 
epjisode « Neurones in the cortica 1 areas surrotinding an epi 1 ep t ic 
focus may dcamonstrate paroKysmal hyperdDDlcirizatian on ly forming 
an inhibitory zone ^ which appears to prevent c^pi l 0 |::>tic spread 
during interictal period., 

Despite knowledge of neuronal defects that can clestabi 1 ize 
the membrane or ■ interfere with balance ,■ of' eKCl tatory '.and" 
inhibitory syna^ptic activity ^ f undamen tal mechanisms underlying 
spon taneous recurrent sei'Zuresj in epi lepsies „ ' : remain ' to,',, be 
unknown The ■ neuronal ba^sis of seizure terminatic|n ,is mainly, due .. 
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t o 1 f -B. c: t i V' a t: i. n ^ i. n l*i :l !::* i t. o v" v f 1 1 a c: !'1 a ri i m j r* a t': i’l © !■'“ i'l li a fi n 0 u. f " o i'l a ]. 

eKhautiQn« 

S i. 1 0 D f c:) f " i ci i. n o f q 0 n 0 r a 1 i. h*? 0 d t o n i c c: 1 n i c s 0 i. i,i r*’ 0 !b i. -b 

■a c 0 G‘ f:::* i: 0 c::i a ■;:> t h ala rr < i. c;: i fi i: r a 1 a o’U, ri a r s y t e r n a n d rn i c:l b r” a* i. n ;S p r 0 a c::! i. n g 

1 0 c 0 r" 0 b r a 1 c o r " t e k i. 11 b i. 1 a t0 r a 1 1 y . s y fn m 0 1 i c a 1 a f - d y n c ti r o n o ixB 

m a 11 fi B r ff j a n i f 0 s 1 0 d ' i. n E f£ G a s g 0 a 0 r a J. :L s 0 d s .1 !< 0 a n d ■ <‘•‘*1 a V'" 0 

pattern,, This condition has been . termed . ” Corticoreticular 
0i:.ii 1 epsy 


T r” 

! j:.} ■'"! 1 ' * L'. .1. 

; 1 B pi X !l e p) IB i. e s 

a n 0 p i !i 0 q t i. c d i. s c f'l 

arge can be assumed 

tc^ foe 

or igi na 

ting from a 

p a r t i c u. 1 a r p a r t o f 

' c 0 r B b r a ]. c a r t e ?< « I n 

some 

of the. 

partial epl 

1 0 p? s i 0 s u a p i 1 e pi t i tz 

disc:: barges ■ , , thoug.h 


originating in one hemisphere is reflected as mirror image focus 
in the con tra lateral homol ogous area due to spread through 
commissural connec tions „ The ampl itude of the mirror xrriage f ocus 
is usual ly smal ler «Sa in cases of partial epi lepsi.esn, 1 EE,’G f indings 
a I*** e c; o n f i f'" fri a t: o r y i n 1 o a I i. s a t i o n a f 0 p i 1 b p t i, c f o c: i. w I'l e ri ' f i. i*"! d i. n g 155 
are limited to specific: lobe which is unusual,. 

Secondary general ization of partial epilepsies occurs 
through reticulothalamic corticalpathway of spread or through 
wide spread of discharges to same hemispdiere from epileptic: foci 
,and spread via y commisural . connec ticmis to con trala:tera'I 
hemisphere « 

In cases of compIeK partial seizures 90 X of seizures 
originate from temporal lobe r, usual ly medial aspect of tc^mporal 
lobe « ,In , , ■ remc\ining cases ' ■ frontal. '.lobE?- . is f common ly , . „ i,nvoived:« 
Disturbance:,' ^ .in , consciousness , . favours ^ invcil vemen t "of' 
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c: e r ■ ! 't: !•- c? c:: e p h a I i c. r e g i o n « 

I n h i. b i. t o r y ' n 0 r o t r a n s iii i. 1 1 0 r g a rn a a n) i. n 0 b u t y r i c: a c i. ?;J ( ABA) 
may be a natural an ticonvulaan t found in the brain. GABA and 
a c 0 1 : V 1 c: ti o !L i. n e fi a v 0 ■ o p p o i 1 0 0 f 'f 0 c:; t s u p o n n 0 u. r" o n a 1 0 k o i tab i. 1 i t v 
a n c:* a n . 1 . iVi 1 :::^ a J. a n c 0 between- t !i 0 hs 0 t w o 0 u b t a n c; 0 - . c o 1 c;l. 1 ;: ■ 0 

predisposing factor for saicure activi. ty ( Jurge ■ sky and 
IdlOHliaS ;s 1966 ) r 

AillOLOGY 

o m m o n 1 y c: o iT) b i. n a t i o n of c 0 r 0 b r a 1 i n tHj u 1 1 a n cl a go n 0 1 i c:; 
prod isposi tion determines the appearance of epileptic seizures « 

Elenetic: factors may contribute in three ways,i 

(i) An individual may inherit a low threshold for seizures as in 
reactive seizurcv^s i«e» benign febrile convulsions of infancy and 
chi Id hood .. ■ ■ , . ■ 

( ii ) ESpecif ic primary epileptic: conditions (F'rimary epilepsies ) 
a u t o B o m a 1 ci o m i n a n t genetic: t r a i. t s h a b e e n i. d e n t i. f i. e d i. e « 
childhood and juvenile absence epilepsies j,partial sylvian 
epi lepsy « 

( iii ) Elecoondary epi lepsies i » e Iiyc3c:: Ionic epi lepsies pheny l 


ke^tonuria 
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ACQ U IRED F AC T ORS 

Thes€^ include congenital lesion u head trauma ji inf ec: tfclDn of 

■ brain and , its coverings^ brain tumours,, systemic toKic and 

; m e t a b o 1 i. c d i s a r d e r s j, m b s i a 1 t e m p a r a I s c: I e r o «•. i "JB b i r t !“i t a u m a « 

T' h e d i. a «::( o ib t i . c r" o ]. e of i ii t e r i c t a 1 E G 0 i. n e p i 1. e | j t;*: i. e I’l a s 

■ bee n q a e t-s t i. a n e d by nn a n a u t h o f ■" s ( G o o d i. ii 1 9 El 4 ) D i. a g n c? s i s o f 

B p i. 1 0 p y i. iHi a i. n 1 y c:: ]. i n i cal a n d r ole o f E EG is r e s t r i c t e d t o 

con f i rma tion ■ of provisional diagnosis,, to classif y , thS' seizure 
d ’j •: = * ‘ r d e r‘ ,, I o c: a .1 1 s a t i o n o f e p i 1 e jz t i c: f o c i. a n d g u. ;I c::l i. ri g j:;) !“"■ o g n o -r:’? i. s 
Cin-BCMiie cases) {C3i. thhchley j, 1978),, In a study by Goodin (1964) 
60% of epileptic patients in general population had positive 
0pi 1 apt i form ac ti vi ty on EES « Whi le on 1 y 4% of non epi. 1 apt io has 
positive? EIEG,, 

' i ■ 

'•i LOCALISATION RELATED EPILEPSIES AND SYNDROMES 

' ' 1« Benign childhood epilepsy with centro-temporal spikes., 

i.'i ' ' , ■ ■ . ■ 

This type occures in 15"“’20% of epileptics in the age group 
of 3 "“'1 3 year., more commonly in males (60%). Seizure pattern 
consists of brief spells of simp I© partial hemifacial motor 
/f seizjures y ' fn^*'equ.eri t ly during ' sleep (70%) j,'. with somatcLsensczry onset 
and tendency :'to tonic:.,, ■■■•ton-ic: -clonic seizures of facial and necrk 
musc::leS|, manifesting as spec^ch arrest and droolingof saliva^ 
•y seizure?;, occures usully once, in 2-12 months,, . EE.‘f3 ' changes consists 
of blunt high voltage centrotemporal spikes often followed by 
slow waves usual 1 y precipitated by sleep,. 
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1 1 , i. iEj a n a u t a o m a 1 ■ d a m i n a n t g a n 0 w i t h a g 0 c:! e p e n d e 11 1 

p e 11 e t r a f 1 c 0 n M a ii a t h 0 r a p y w i. t li p li 0 a y t o i n o c:: a r b a iTi a a p 1 ii e:' i. a 
s 1.1 c 0 f li I « Us i.i a 1 1 y ci o o d r s c: c;) v 0 r v o c c: 11 r b '-b b 0 f o r b ■ 1 b 1 6 ? v 0 a r s o f 

age. 

■ 2 « C h 1 1 d ! 1 o a d e f:::* i I b j::? s y i /4 i t l"i C) c: c: p i t a ]. p a r a x y s m s 

0 f‘i s B 1: i. s u s i.i a I ]. y b 0 U w 0 0 n 1 a. ^ r^s* y 0 a r s;- t o El y 0 a r f-B .j 11 s ix a 1 
s y m p t C3 f ( am B. u r a bb :l s i. ri 65%*, S c 0 1 a a i . n b b .4 ji I"! cl 1 i. u. CL i. a ti .1 Cj r“! iHi' i. r'l 
2! 5 " « H i 1 1 u s 1 D n s 1 n 1 0 /« c: a s 0 s ) p r 0 d »::::* m i p a 1 : 0 r. n a c t li i'” n a 1 p a r" t: i. a 1 
.seizures (lisual ly hemic Ionic) and post ictal headache (3©%,) are 
fairly cOiTimon.. 

F’aroxysmal .high voltage spike wave and/or sharp waves 
1 o c: a 1 i. s 0 cl i n t h e o c: c:: i p i. t a 1 . o r |;b cb bb 1 0 i. o r* t e m p o r'B. 1 r" e g i, a n 0 v 0 r o n e 
or both hemispheres occur rhythmical I'v on E-i’E'Eh 

These finding tend to disappear after 9 yofars of age.* 
Pragnosif5 is favourable regardless of age., seizures; are we? .11 
controlled in 60% cases.. Dru.gs u.-sefu.l arc? pheny'toinji 
carbamazepine and primidone., 

3«Elenign partial epileiDsy with frontal focii 

Fharticil seizures Listiial ly begin betw€?en 4-S y€?ars of age., The 
'Seizure pattern is of adverisive type with head deviation;, sBimple 
absence seizures may prc^cede or coexist,, EEIG findings consists of 
unilateral or bilateral frontal foci. In about 50% cases 3 Hz 
“Bpike and wav€5 c:cMip)IeKes are observed ^ 
rH3rffiallza before the acgc? of 13 years., 


ETIG abnorm.a I.i t ies 


IB 


4 n- P ;i fi! a. r*' y F? a a c:i i. r'l g E p i. 1 0 1 :;) s y 

C ^■| I 0 fi i, iZ P !•'“ O Q r 0 ‘;;i? 3 1 V 0 B |D X 1 0 r) S 1. a r) B. F" t, 1 B 1 C. O fl 1 1 11 LI B ?! 

J! t i. vjs s&(B n i 11 y o u ii 9 c I'l i !!. d r 0 n l-i 1 1 !i 1 . 1 . i" 1 1 J. a t : 0 a ]. a: h v" o n i c: 

c:: 0 !■■■' 0 b !■"' a 1 1 n f lam m a t o r y d :l s a r d 0 r 0 s a r i n a d u. 1 1 si a f 1: 0 r s s v' 0 rc> a ri a k i. a 

a 11 cl ' rn b j a !•“' c: 0 r 0 b v" o v a- b ►::: ix .1 a a »;::: c:; i cl 0 n t 1” h 0 c: o n t i. ri o u. b p a r * 1:. i -a ). ffi o 4 ::;’ r*" 
s 0 i z ti r 0 ':S Li B u. a 1 I y i ii v o 1 v i. ii g fa c: 0 r* 0 f 1 0 c: t m u. 1 1 i. p 1 0 r a t li 0 r t li a !‘’i 
!i:> 1 . 11 g ]. c? ]. e Cl i o n » T h i, s f o r*' m i b o f t e ii u 11 v e b q a a is i. v e t: o m 0 d i c: a 1 1 0 fi b 

Seizures' may disappear, after about 1-2 years in about one third 
of cases « 

T' li i. s; 1 0 r i s n a t s y n o n y m o u is w i t h c: o m p 1 0 z |::) a r t :i. a 1 s & :i z u r e s 
p B y c h o in a t: a r a fi cl ]. i. m b i. c: s 0 i z u. !•■” e « T h 0 t e r m t. e m i:::^ o r a ]. 1 0 1: * f |. .* k 3 e |: j -m 1. e s 
means that a temporal lobe focus in fllEIB is demorr*' I bl?a »• 
Symptoma to lc7gy usually consicrts of an aura.! psychic lirymptcuns 
alteration of cuoruBciouisness, automatisms? and commonly secondary 
spread to o’lanifest as tc')nlc"*”c; lonig seizures r. 

Auras consists of eKperiential phmnomBnB^ which patient 
perceives as warning of impending seizure episode.. Psychic 
syiTiptoiTis consist of s 

a. . dysmnesic. .symptoms, i«e« feeling of familiarity (d€«? , ja ' ,vu) and 
un familiarity (Jamais vu) 

b« .cognitive, disturbances such as dreamy, stat.e y:iepersonal,i,zatiorr'; 
and time distortion* ' 
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c n A f f 0 c::: t: i. v e 0 y m p t o f?! s .} f 0 a r a n d r" a q 0 .3 cf 0 i;:j r” 0 j t?;; i o n a 11 d 0 1 a t :i q n a n cl 

s o rri e i: :l ni 0 :■;> s 0 .h' u a .1 0 !-•: c: i. t: a t i. o n ( o r g b. b fn 1 c: 0 p i 1 0 p s y ) 

d :: D 0 1 Li 0' :i a ?"i a n d li a I 1 u c i n a t i. 0 n s 

A 1 tar a ‘LI on of conoclDLionBSs unsuallv rEsf 'loc'La.- irr-''Dl vooonL of 

li.mbic structures and ■ their- connections .. Autonanic auras ' such as 
epigastr'ic distress or ■ vomi'Ling most common ly precede tempora-l 
be e i 1 . 0 p s i. 0 s li i. c; h a r" 0 a s s o c j, a t e d i. t l'i a ]. 1 0 r 0 d c:: of'i s c i o u n e s », 

Those sex cures Nhlch are preceded by olfactory aura's are called 
uncinate seizures EEISG f ictdings consist of uni lateral or bi lateral 
■sp i k es i< 

Ersn. t,al. 1.0 toe e p i,l e p.sj,.es 

Seizures pattern may consist of s 

a « T o r"! i c c: 1 on i. c; m o v b iti e n t s ih:- t a r t .1 n g f r □ m • ti s » ** r e 1 0 p a r t j-ij 1.1 c: i'l a t*;? 
f €aat handsy and facial muiscles and progressing leading to 
unilateral or bilateral involvements kHien Bpreaj;:! occurcB in an 
o r d B r .1 y f a h i o r"! a 1 o n g t h b p r e c e n t r a 1 g y r u. s .j a c: I-: i-:? o i" 1 i. a n ft! a r c h 
Dccurs« These seizures may toe fol lowed toy post ictal weakness 
( Todd ' s paresis ^ 

b« Complex versive movements in form of,, turning of lieadjieyefB and 
body towards one side and posturing of one or more e>rtremities> 

Ad'versive i»aizures % Turning of head and eyes away from 
epileptic: focus 'and erlevatiorr, of /CC)rrtraJ.ateraI'. arm., 1 1 occurs with': 
involmen-b of supplem€«?n tary motor cortex « 


]! n a i::) p i'" i. a, t © 


1 aughtar 


cl. 

api 1 apH-jy ) 


a s s o c. i a t. a d w i. ’fc 1*1 f“i i.i fT'i o i.i r ( G a 1 a ir;. t i, c 


B;: Some times they may manifest as psychomtor soi^^uras and 

a t V’ i a J. a a ri c a s a z i.’ r” s ’-b r. 


EEQ usually shows unilateral or bilateral spike wave complexes 
and sharp waves- 


Parietal l obe eoi 1 epsies _i. 

They usually manifest as localised parestS>-:?sia or numbness 
from onset of a se?izure» Spread occurs readily to frontatl cortex 
leading to sensory motor seizures, . Post ictal phenonmena such 
as anaesthesia, may follow after simple partial seizures involving 
ptarietal lobe- 


Occipital lobe epilepsies 


The seizures parttern usucilly manifest as unformed luminous 
vision and amaurcssis 


GENERALISED EP I LEPSIES AND SYNDROMES 
1. E^enign Neonatal familial convulsions ! 


They usually occur on 2nd or 3rd day -Seizures pjattern 
consiiats of clonic or apneic seizures-No ispecific EIEG changes are 
observed « About .14"/- of these develop some form of epilepsy. 


Neonatal convulsions. 

They occur on 5th day of birth, .Seizure pattern is of clonic 
apneic type A 1 tern ate sharp theta waves are observed on EES. 
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3. Benign myoclonic epilepsy in infancy s 

Age group involved is .1--2 years , Seizures pattern consists of 
breif spells of generalised myoclonus and brief bursts of spike 
wave compleKes are observed on EEG„ 

4„ Childhood absence epi le?psy (Pyknolepsy ) 

1!.. affects children 6-”7 years of age .^manifests as many 
absence seizures during a day„EEe findings consist of bilateral 
synchronous spikes and wave„Some of these children may develop 
Generalised tonic: clonic seizures (GTCS5 later on., 

5« Juvenile Absence ii (Petit mal ) . 


It mauj. fc'uts as absence with rcrbrcjpu.lsive movemen t •.■(•■izure 


frequency is less than childhood absence,. EES findings show 3 Hz 

spike-wave bursts. This type of epilepsy has e>!i:o'Ment response to 
therapy* 


6» Juv€^nile fnypc Ionic; epilepsy M\Irnpu I si ve pert* it mal ) 

it iiiani fests as bilateral single or repetitive arrhytho'fic: 

irreggular myoclonic jerks in arms and shoulders,, It may pro!||.ss 
to generalised Tonic clonic Seizures associated with infrequent 
absences.EEB findings consist of precipitation of episode by 
photic st.imulation rapid generalised 4 to .6 Hz spike waves/ 
polyspike "-wave,. It affects about 7% of adolescent epileptic 
paxtie^nts,. Sodium valproate is the drug of choice. 


7,. Epilepsy with Generalised Tonic-Clonic Seizures on awakening ; 
It usually affects young adults. Familial occurence is 
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frequents Seizure type consist of Generalised TcniK" Clonic 
Seizures shortly after awakening (90%) or in the evoninq (10%) 
EEG findings consist generalised high voltage sharp waves 
follovaing tay slow waves,: 

Sr, Epilepsies with seizures precipitated by specific modes of 
ac tivation s 

C .1. a s s 1 c e x a m p 1 © o f t h i s g r “ o ti |3 a r e r e f' 1 © © rj i 1 e p i e s w li i„ c::: !“! 
are generalised i «©„ Hatwater epilepsy., eating epilepsy,, tactile 
©pi lepsy .t paroxysmal dystonic seizures,, 


Cryptogenic 


Li. fe§.t sy o, drome i. 

It affects infants usually in 4-7 months age group « iSeizure 
type consist of salam attacks ..EEG shows burst suppression with 
distorted background activity ,,Fy*x3gncxHxis is poor,, even , af t€ir 
treatment with steroids.. 


Z.?... kfD.n.9Jl Gastaut Syn drome 


Chi Idem 

of 

1"S year of 

age 

group show 

this^ picture 

consisting 

of 

more than 

one 

variety of 

generalised. 


.seizures,, presence of mental retardation and generalised sharp and 
slow wave complexes of less than 3 Hz and some times si bursts 
of fast rhythm. 


Fl'e f r ac: t r □ r i n ess to c ommon an t i -© p i 1 e p t i c d rug s i s 





the rule 


3». Eullmm. with mmclonic astatic, seizyrt.© 1. 

Age at onset is usual ly 7-12 years « F'requen 1 1 y ma 1 a Cl'ii. I d?‘ e!! 
are af f ec ted « Seizure type consist of myoclanic akinetic: absence 
1/4 i th c 1 on ic and atonic componen ts . Frequen 1 1 y these pa tien ts may 
1 and in to s ta tus epi 1 epticus of genera 1 .1 ci-ed toc^ ic ""‘C 1 on ic 
type « F^egu lar fast spike . and polyspike i^ave. abnormal 1 ties are 

noticed on EEG., 


ind. Synd.rgme^^^ ilDdiitermine^^ wb^tiMC, fee.#..!, Q£. 

9l?n.i.rii.ised 


1« iZpileps'y with carrtinu.aus spike wave activity during sleepn 

?:5 e i. z r' e t y i::) e c o n s i. s t o f G e n e r a 1 .1. s e cJ t o n i. c::: c I o n i. t::: ih: e i z. u ‘r e s 
during s 1 eep and atypica 1 sei zures » Observed EE'£ G f ind ings consist 
of continuous diffuse spike- wave during sleep,. 

2„ Acquired epilepitic child hood aphasia (Landau Kleffner 
syndrome) Seizure type consist of verbal auditory agnosia with 
secondari 1 y general ised partial motor seizures « lEISG findings 
consist of multi focal fspiikes and spiike wave cam|::Ll.e;:<es .. Course is 
benign usually with complete remission before the age of 15 
years, « 

i£G .4X1 .thg. D i a g n o sis , of ©pilapsy 


ic 


Definitive diagnosis of epilepsy requires demonstration of 
tal EEe changes simultaneously with occurrence of seizure jaWhich 
rarely jpossiible eKcept in pat.i€*nts with absence 
izures j, j uv€5ni le myoclonic: seizures and paj‘"tial seizurcas with 


minor motor seizure 



I 
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Due to paroxysmal, nature of the disesse a noriTial lEEQ does 
not exclude ep.i .'lepsy The probabi 1 .ity of poB.i,t.i.ve Ei£G f ind.i.nac Is 
related to sever a. I factors, 
a. .Dura.t.i.on of recording. 
b„ Wake-sleep study. 

c. Activation procedures used. 

d. Times of ErE.'S recording. 

In a single routine EEG,, positive findings are usually- 
observed in around 60% cases with sleep depri-vation 5 but if 3 ElEIG 
recordings have been taken epileptiform changes may be observed 
in 90% cases. 

e. Use of additional electrodsis. 

If ' ' ' - ' , 

;i f« Anticonvulsant therapy. 

I' ■ ' 

EEG abnormlities in epilepsies s 

t . , , ■ ■ ■ 

They can be grouped .in three catagories-- 


1 « M a n ••••* s p e c: i. f* i, c; a !;;) n o r rn a 1 i t i b s 

i ■ '■ ■ ■ ■ ' ' 

.2 « Spec: i f ic: abnarma 1 i tic s 



I 


3--12 Hz activx ty of higher amplitudre than the taackqrounci a 




' ^ ' I ■ 1 1 i _ 1 1- . , ■ L 1 r 1 1 r m abn orma 1 i t i es . 


D u DCl . 


,, i"*l i Q hi V c::' 1 1:. a g 0 s I"] a r p h a v a s 


i^olyapik© i^av0 complaMes 


d p i k 0-‘- wa V0 . c;: orn p 1 0 
f i, s !i a r' p a V 0 d 1 s a h a i-"' 


3.--„ a b ii o r" i a 1 i t i 0 s „ 

a» mild degree of diffuse sloiMing while on an ticonvulsan t 
therapy*. 

fa., Diffuse marked s lowing-fnay occur during post ict£^l period for 
few hours to 1-2 dayt5» 

c« background slowing other than above usually carrel a. tes with 
mejntal subnarmalities,. 


Fallowing newer investigation have faicilatatad the diagnosis of 


epilepsies . 


A) NEUROPHYSIOLOBICAL INVESTIBATIONS B 


1. Routine EEG 


2» Ambulatory cassette recording 


h EF£Gj telemetry 


a„ Cable telemetry. 


b . Riad io te 1 erne try . 


4., EEG recording with closed circuit television by spilt screen 
technique. 

5. Computrised EES neuromapping. 

Magnetic encephalography . 
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B) NEURQR AD .T OLOB I C AL PROCEDURE S jj 

:f. !■"’ 1 a i n r a c::l i a g a p l"f y „ 

2 u CT scanning u 
3„ HF^I imaging « 

4 « I 1 o p e B n c b p !i a 1 □ g r a p h y 
5.. F^ET scanning:, 

6« SF-’ECT scanning.. 

EEG abnormal i ti©s reported in partial epi 1 epsies are 
s e Q 0 n t i. a 1 s [3 1 f\ e s a n d s h a r p w a v e is , S i n u s o i d a 1 w a e s li y t h ai i c wave s 
and attenuation of spontaneous ac tivi ty In a study designed to 
asses EEf3 morphology of partial epileptic: seizures.. Warren T 
1 u I’ll e e t a 1 ( 1 9 13 4 ) s t u. d i e d 6 6 c o n s e c: u t i. v e p a t i. e n t s w i t li 

1 o c r a g r a p l'’’i i. c: a {*"■ t i. a 1 s e i z u r e s « D i f f e r” e i"‘! *k IE E G p h e n o m e n c n n o t e d 



.lation n sinusoidal t^^ave 


57 « ) 


in 17 patient 


in 29 patient 
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DI M S ET AND MORPHO L OGY OF EES CHANGES 


bSiinuscjida 1 (41) Sjinusoidal only 31 

REF’S -- REPs only --25 

Both (sinusoidal & REF's) -10 


E'vo 1 u t. i on 

Sinusoidal only 20 

REF"‘s appear / 1 1 ') 

REPs only 17 

b i 1 1 u. s D X d a i a p p e a r S 


Spikes and sharp waves were the most common repetitive epilrpti 
from potentials enountered., 

Attenuation of spontaneous activity with onset of seizure 
was noted in 11% ot cases,. Gibbs (1964) reported 80% incidenre nf 

temporal foci incl inical psychomotor epilepsy,, 

Many workers have tried to develop rnsthods of deriving 
components of local activity in certain area,, 'Bn H'jnrth 
made an important contribution by formulating source sensing 
dervations connected between EEG amplifiers and recarding 
chann 1^,. derivations of this type constitute better description 
of local activity than do the conventional ,, common reference and 
taipolair derivations^ ■ 

The rnode^l implied that the observed surface pattern is a 
secondary effect of primary field components perpendicular to 
surfaced 

Smith et al (1935) have demonstrated the reliability of anon 
invasive method for successf ul ly localising the local components 
of scalp h. E" G a Di. po 1 e localisation method (DI...M) is a computer 
assisted ,, mathematical methcsd based on electrical field 
theory „ 
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I0lJ ms enMD 


T 




Clinicial manifestations of epilepsies are varied and 
diagnosis of specific type of epileptic state or syndrome is 
based mainly on history, clinical features, and EES. 


Role of surface EES is thus restricted to differentiate 
epilepsy from other causes of seizures, to substantiate the 


clinical diagnosis d1 


epilepsy, to classify seizure 


disor^ders, localising the epileptogenic focus and guiding the 


prognosis , 


In a developing country like India, sophisticated facilities 
helpful in localisation of epileptogenic source (CT Scan, MRI, 
PET, SPECT) are available in few centres only. Further a large 
section of population of developing country like India can not 
bear the expenses for these investigations. In this context EEG is 
very cheap and available in most of medical collage 
hospitals, Considering this fact present study was conducted with 
following aims and objectives 5 


1. To assess the prevalence of partial (localisation 
related) epilepsies amongst all epilepsies. 

2. To Assess the frequency of different types of 


localisation related epilepsies. 
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o . Evaluation of EEG abnormalities in localisation relatec 
epilepsies- 

4 « Study of clinical manif estations of different types of 
localisation related epilepsies. 

5. correlation of specific EEB abnormal i ties with different 
types of localisation related epilepsies. 

6. To assess the role of scalp EEG in localising the site of 
epileptogenic focus. 
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the patients suffering frotn seizure disorders who attended 
the out patient departments of Medicine, pediatries, Neurology and 
Psychiatry,of Maharani Laximi Bai Medical Col lege, Hospital Jhansi 
from Jan. 1990 to Jan., 1991 formed the sample of the 
study . Pa tien ts who required investisation or having uncontrolled 
seizures were admitted .Patients of both sexes and all the age 
groups were included in the study. 




!• 


METHODS s 

All the patients were evaluated on following lines. 

Clinical History 

1. General History with special emphasis on detail of seizure 
disorder was taken. 

2. Clinical examination , special ly of nervous system was performed 
and a record of clinical symptomatoloty with clinical examination 
was maintained. 

Investigations 
1. Routine EEG, 

EEG, utilizing 10-20 system of electrode placement with both 
referential and bipolar recordings, after overnight sleep 
deprivation with at least 3 minutes of hyperventilation and 
photic stimulation was recorded for at least ->0 minutes on S 
channel EEG machine. 
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2. Rediologicai s 

I« X r’ay skull A « F^cku 1 1”' A . R, and latsral visw. 

II. X-ray chest PA view (whenever relevant) 

III. Computerised axial tomography of head if possible. 

3. Fundus examination. 

4. Cerebrospinal fluid examination 

5. Biochemical tests 

a. Serum calcium. 

b. Blood urea, blood sugar. 

6. V.D.R.L. test. 

History of seizure disorder was taken from patient and 
relatives of pa/tient .Special emphasis was given to s 

i. Age of onset of seizures. 

ii. Frequency of seizures. 

iii. Time of last seizure episode. 

iv. Predisposing and aetiological factors. 

V. Family history of seizures. 

vi . Precipitating factors. 

vii. Generalised or partial seizures. 

viii. Premonitory symptoms. 

ix. Pre~ictal, ictal and post ictal events. 

X. Specific abnormalities. 

All the patients were specif ically evaluated for the above 


mentioned data. 



General eKamination and examination of nervous system was 


interpreted 


associated disease with seizi 


disorder, associated neurological deficit and evidence of 
localising neurological deficit and evidence of localising value 
of seizure » 

fc.EB was interpreted using EEG diagnostic criteria given by 
kiloh et al ( 1982 ). regarding presence of 


1. Background rhythm 

2. Clear paroxysmal (epileptiform events on EEG) 

3« Slow wave abnormalities. 

4. Sequential spikes, spikes and waves originating from a focus. 

5. Symmetry. 

6. Presence of rhythmic waves. 

7. Attenuation of spontaneous activity at onset of seizure. 

8. Sinusoidal waves. 

9. Specific abnormalities. 


Other investigations, which were required were done in each 
case. CT scan was done whenever possible. 


EEG data obtained from above observations was correlated 
■with different types of localisation related (partial )epilepsies 
and comparison with similar observations were made. 


In the end, findings were tubulated and analysed. 




O Es s E: M V ft X J o |\| £5 


Pr fe^SE?n 1: st:udy was carried out on 196 patients pre^senting 
with cQi’Bpia.int of seizure/seizures who attended the out paticant 
departfnent of medicine^ Paediatrics, Neurology and Psychiatry of 
Ha ha r aui i La m m i Ba i lied i c a 1 coll eg e Hasp i ta 1 J han si f r om J an 1 990 
to Jan 19^91 « 


A o n q s t 1 9 6 e p i. 1 e p t. i c s , 9 ( 4 « 6 X ) c a s e s were o f u n c lass i f i. e d 
e^pilE?ptic seizures s- 




(B) Partial Seizures 

( i ) Secondari 1 y Genera 1 ised 
( i i ) S i m jii 1 e P a r t i a 1 
(iii) ComplsK Partial 


79 

36 

29 

14 


40.40*/. 

le,. 36 

14.79 

7.14 


Unclassified epileptic Seizures 


9 


4.59 


Total 


196 


100 . 00 % 


i. 






(b) Age of onset s- 

J.n this study age of onset of seizures was highest (48?/) in the 
first decade of life. In 92% cases seizures started below the 
age at 20 years (Table II) 

Table No. 1 1 sShowing Age of onset of Seizures 


Age Group 

No* of cases 

Percentage 

0 - 10 

94 

47.95% 

10 “ 20 

86 

43.87% 

20 - 30 

S 

4.08% 

30 " 40 

. 3 - ' . . 

1.53% 

40 - 50 

'3 / 

1.53% 

50 - 60 

■ ■ /n ' 

1 . 02 % 

Total 

196 

100 . 00 % 
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Out of 196 cases 138 were male and 58 female. Thus Male to 
Female ratio was 2.38/1. Male predominence has been noted in 
earlier studies also. 

Features of Partial epilepsies 

Nearly 407. of patients in this study presented as Partial 
Seizures. Age of these patients ranged from 6 months to 52 years 
Male to Female Ratio- in these cases was 2.56/1. Out of these 
cases 5 45 » 5% C -i-Scases ) presented as Secondarily generalised F'artial 
Seizures, 17. '727.(14 cases) presented as Complex partial Seizures 
and 36.71(29 cases) presented as Simple Partial seizures. (Table 
No . 1 1 1 ) 

Table I'll Various types of partial Seizures 


Type of Partial Seizures 

lMo»of casBB 

Perecntage 

(A) Simple Partial Seizures 

"•"29 

36.77. 

(B) Complex Partial Seizures 

“14 

17.77. 

(C) Secondarily generalised 

Partial Seizures 

“36 

45.67. 

Total No. of cases 

79 

1007. 


Frequency of Seizure episodes varied from single episode in 
a year to several episodes per day, 13 patients had only one 
seizure episode at the time of EES recording.? Patients were 
admitted in status epilepticus.One patient presented as chronic 
epilepsia partialis continua, • 









I 


Predisposing factors could be worked out in 19 cases. Head 
injury was the commonest cause (9 cases) , fol lowed by Birth anonia 
cases and intracranial space occupying lesion (3 cases) . 

Inf lammatory brain disease was present in 2 cases. 

F rec i pi ta t ii ig factors were present in 12 cases in form of 
sleep - 5 cases, sleep deprivation 3 cases, fatigue 2 cases and 

fever in 2 cases. 

Out of 79 cases of partial seizures abnormal EEG findings 
were found in 58 cases. In 4 cases EEG findings were generalised 
without any focal changes. In the rest 54 cases hemispherical 
assyrnetry on EEG was noticed. Abnoraml EEB findings were confined 
to one hemisphere in 16 cases. Commonest EES findings in Partial 
Seizures were sharp waves. 

Features of Simple Partial Seizures 

Amongst total 196 cases, 29 casesC 14 . 87. ) had simple partial 
Seizures. Age of patients ranged from^ 10 Months to 52 years. Male 
to F'emale Ratio was 2.2 si. In more than half of cases seizures 
started below the age of 10 years. Predisposing factors could be 
detected in 4 cases two patients had head in juries, one patient 
had intracranial space occupying lesion and one case had history 
of prolonged labour with forceps applications 5? birth anoxia. 

One patient had facial palsy. One patient had right sided 




hemiparesis with difficulty in speech. 
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Seizures started on right half of body in 12 cases and left 
half of body in 16 cases. Postictal features were present in only 
20 cases . Cl inical features are sum marised in Table IV. 

Table No.IVs 

Clinical features of simple Partial Seizures, 

Total No, of cases ~29 


C 1 in ica 1 features . 


(A) ONSET 


Right half of body. 

— Motor 
— Sensori Motor 
— Sensory 

Left side of body. 


Motor 
Sensory 
Sensory Motor 


(EO ICTAL features 


Ton i c 
Clonic 

Tonic-Clonic 

Autonomic 


(C) Postical features (20 cases) 


( 1 ) .Headache — 

(2) .Postictal Paresis - 

( 3) .Drowsiness - — 

(4) .Sleep 

(5) Vomiting — 

(6) .Generalised 

weakness -- 


3S 


Abnofniai E.LLf "findings were observed in 16 cases out of ?*? 
cases« 

boca 1 i sa i i on of bbO abnor/nal "fcies "to a single cerebral 
hemisphere was possible only in 7 cases. Localisation wasnot 
possible in 2 cases. (Table V). 

Parietal Lobe was the commonest site of epileptic foci (8 
cases) (Fable no. VII). EEB abnormalities consisted of sharp waves 
spike wi’fch sharp waves, and high voltage sharp waves. 

Commenest EEG abnormalities observed were repetitive 
epeleptiform potientials (REP's) observed in 11 cases out of 
total 16 cases in which EEB was abnormal (Table no. VI). Sharp 
waves were most common. High voltage sinusoidal waves were 
observed in 5 cases. These waves were generalised with high 
voltage in specific region in 3 cases and localised in 1 case. 
Focal slowing (in parietal region) was observed in one case. This 
patient had a seizure episode 12 hours back. Frontal intermittent 
rhythmic delta activity was observed in one patient aged 1 
years with history of simple partial seizures after Head injury 
in frontal region one month back. EES morphological 
characterstics had little correlation with different types of 
simple partial seizures but topographical distribution of EEG 
abnormalities correlated well with site &. type of seizure onset. 

GT scan was performed in one patient with history of simple 
partial seizures (motor) 10 months after head injury. CT scan was 


normal in this ease. 
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Table No» V s 

Showing EE6 features of Simple Partial Seizures 


EES Findings No, 

of cases Percentage 

(A) Normal 

13 44.83% 

(B) Abnormal 

16 55.17% 

1 . Local isation possible 

7 

Right Hemisphere 

■' 3 ■' ■ ■ 

Left Hemisphere 

4 

2 « L.. o c a 1 i s a t i o n w :i t h s e c o n d a r y 

g & n 0 r ■■ a 1 i. z a t i o n « 

7 

R i g h t Hem i s p he re 


Left Hemisphere 

.3 

Central Hemisphere 

1 

Centroparietal 

1 

3. Localisation not possible 


( General i zed ) 




1 
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Table No. VII s 


Epileptic foci in case of simple partial seizures 


EE6 Focus 

No» of cases 

1 ) « Fron tal 

1 

2). Parietal 

3 

3 ) . Central 

1 

4) . Cent roparie tal 

.1 

5).F'arieto temporal 


6) .Fron to temporal 

o 

7).0ccipitD parieto temporal 


8) .One Cerebral Hemisphere 



Features of complex Partial Seizures 

Out of 196 cases j there were only 14 cases of complex 
Partial Seizures. Age of Patients ranged from 7 years to 52 
years. In 6 cases seizures started below the age of 10 years in 
the rest 8 cases seizures started after the age of 10 years. 
Family history was positive in one case. Predisposing factors 
could be detected in 3 cases only, two with history of birth 
anoxia and one with history of head injury. One patient was not 
performing well in his studies after seizures had started. 

Out of 14 cases history of aura was present in 9 cases. 
Automatisms and motor phenenmenon were present in S cases. In 3 
patients ictal episode progressed to generalised tonic—clonic 
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seizures while in two patients ictal episode progrgssed to 
generalised tonic seizures. 

Post convulsive features were present in 10 cases in form of 
amnesia ( 6 > cases) Headache 3 cases and vomitincj in one. Table 
VIII summarises the clinical features in cases of comple;-; partial 
seizures. 


Table VIII sShowing Clinical features of Complex Partial seizures 
(Total no of cases -14) 


Clinical Features No. of cases Percentage 


AURA. 9 64.297. 

Visual Hallucinations 2 
Semato sensory Hal lucination 3 
Auditory Hal lucination 2 
Vertigo 1 
De Javu .1 


Automatisms/Motor Phenome^ncu 8 

Restlessness 3 

Lateral deviation of Head 
and eyes . 2 

Upward deviation of eyeballs 1 

Smacking of lips 1 

Tearing of clothes 1 

Amnesia 6 


Other associated features 

.« 

Generalised Tonic-Clonic 

Seizures 

Tonic spasms 



42.857. 

35.717. 


■iO 


EEI EL' O F“ J_ ri cJ Ji. n g s - 

E"hb abnormalities were observed in 8 cases out of total 14 
cases of complex partial seizures. Rest 6 cases had Normal 
EE0 « i hey consisted of temporal spikes, phase resersal and burst, of 
sharp waves. Bitemporal spikes were present in 2 cases. 

In three cases epileptic foci was unilateral without any 
generali.zed findings. In 3 cases findings were generalised with 
some focal change in one side- EEG findings are summarised in 
table No. IX & X. 


Table IXsEEB findings in complex Partial Seizures. 


Normal 

6 

42 . 85% 

Abnorma 1 

8 

57.15% 

Unilateral temporal 

Spikes - 3 


B i t e m p o r a 1 Spikes 



jL 


Ttemporoparietal 

• 1 


Frontotemporal 

1 


Centro temporal 

1 


Table X 5 ™ EEG findings 

in complex Partial Seizures. 


EGG findings. 

No. of Cases. 

Percentage/*.:.. ■ 

Normal 

> 6 ) ' 

-42.85% 

Abnormal 

8 

-57.15% 

•Focal (1) Right 

— - . 2 ■ 



(2) Left 


1 
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(3) Bilateral 2 

f"Ocal with secondarily genaralised 

(1) Right 1 

(2) Left 2 


Total No. of Cases 14 100.00 


C T Scan could be performed in 2 cases only. In one case 
Bilateral temporal lobe atropy was present. Another C T Scan was 
normal .Other investigations were normal. 

Features of secondari Iv Generalised Partial Seizures. 

Out of total 196 cases studied 36(18%) cases were of 
secondarily generalised Partial seizures. Age of patients ranged 
from 1 year to 52 years .Hale to female ratio was approKimalely 
2-93-. Frequency of seizure episodes varied from one episode in a 
year to several episodes in a day. Seven patients had only single 
seizure episode at the time of recording . Three patients were 
admitted in status epil lepticus. 

Predisposing factors could be worked out in 9 cases. Head 
injury was commonest in 4 cases, fol lowed by history of birth 
anoKia in 3 cases and intracranical space occupying lesion in 2 
cases . F'recipitating factors were present in 4 cases in form of 
sleep(2 case) , fatigue and fever (1 case). 
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Premonitory symptoms were present in 16 cases. They include 
abnormal sensations, ghabrahat, feeling of muscle contractions in 
parts where seizures started and headache onset of seizures was 
from right half of body in 13 cases and from left half of body in 
16 cases.In 7 cases patient or patient's attendants were unable 
to tell eKactly the side involved first either due to single 
episode or due to lack of any person watching the patient at the 
time of seizures „ Common parts of body from where seizure started 
were, great toes, hands, lips and eyelids. In nearly half of cases 
patient eKperienced some sort of abnormal feeling in the part of 
body from where seizures started well before the onset of seizure 
episode. Nature of seizure episode at onset was motor , sensory 
motor , sensory or autonomic. 

Motor syfftptoms were in form of twiching , tonic spasms or 
clonic movements « Sensory symptoms were in the form of numbness 
and tingling sensations in the extremities. One patient had 
voiding of micturition at the onset of seizure and one had 
vomiting with abnormal sensation in epigastric regions. .c.S 
patients had unconsiousness, while 8 remained consious. Tonic ~ 
clonic movements were present in 30 cases while only tonic spasms 
in 6 cases . 

Post convulsive symptoms were present in form of 
Headache,drowsiness,post ictal paresis, weakness and confusional 


states . 
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Clinical features of secondarily geneeralised partial 
ssicures are summarised in Table No. (XI), 

Table No. XI s 


Clinical features of secondary generalised epilepsies 

(Total No, of cases 36) 


‘ C 1 i n .1 c a 1 tea t r e s 

No«of cases 

F"^ercen tag© 

ONSET 

FJ.:ight 

13 

36 « 1 1% 

Side Left 

16 

44 , 447, 

CcHjld not be 

conf irmed 

-7 

19.44% 

Motor 

16 

44 . 44% 

E>&riBori motor 

10 

27 . 77% 

F4atur© 

Sensory 

S 

4*.. II .ll.* 4C«» /u 

Autonomic 

•”Ti 

5 . 55% 

CONVULSIVE PHASE 

Lin c on s i ou s n e s s 

28 

77 . 78% 

No alteration of 

c D n B i o IX s n e s s 

8 

St /n 

Toriic-c Ionic: movements 

30 

83.33% , 

Tonic spasms 

6 

“16.67% 

POSTCONVULSIVE PHASE. 



Headache 

10 


Headache & Drowsiness 



Postical Paresis 

8 


Generalised weakness 

O' 


Confusional state 

o 

X. 
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Associated Neurological features were present in 10 cases 
which are summarised below in table XII. 

Table No. XII : 

Neurological features of Secondarily Generalised epilepsis. 


C 1 i. n i c a 1 

No« of cases 

lien ta 1 F^!e tarda tion 

3 

H y p e r a c t i v i t y 

1 

Optic Atrophy 

1 

Hemi paresies 

3 

Transient Aphasia 


Total 

10 


EEG findings 

Out of 36 cases of secondarily generalised partial seizures 
abnormal EEG was found in 29 cases (80. 5%). In 4 cases EEG 
findings were generalised without any focal changes. In rest 7 
cases EEG findings were bilaterally assymmetrical on two sides. In 
18 cases findings were generalised with some focal changes on one 
side. 

EEG findings were in form of high voltage sinusiodal waves, 
Sharp waves, Burst of sharp waves, phase reversal, spikes, spike and 


waves 
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Table No. XIII s 


EE6 findings of secondarily Generalised Partial Seizures 


(A) 

Normal 

7 

19,44% 

(B) 

Abnormal 


£10 . 56% 


(i) 

Genc^ral ised 

4 



( i i ) 

Focal 

7 

n. « 





L-4 


; 1 i. i. ) 

Secondari ly 

Genera 1 i sed with 

f Deal 

IS 




R i. g h t Hem i. s p he re 

6 





e ’f t H e m i s p h e r e 

a 



— 

Central 

3 




Bi lateral 

1 



As 

is shai^n in 

Ta b 1 e 

X 1 1 1 29 cases showed abnorma 1 


findings. In 4 cases EES findings were generalised and no focal 
changes were present. In 7 cases findings were confined to one or 
another hemisphere. 


In IS cases an epileptic focus was present with generalised 
epileptiform abnormal ities on EEG. Among these findings were 
confined to right hemisphere in 6 casesjto left hemisphere in S 
cases,, to central region in 3 cases and bilateral in one case. 

In 25 cases an epilepitc focus was present. In nine cases 
epileptic focus invcjlved one area of scalp. In 16 cases epileptic 
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focus was not exactly Localised and involved two areas of scalp. 
In four cases loccil isation of epileptic foci was not possible 
because changes were generalised. (Table XIV) 

Table No. XIV s 


Showing Focus in cases of secondarily generalised seizures 



,EEB / Focus 



( 1 ) 

Pron tal 



(2 ) 

Par ietal 

4 


(3) 

Temporal 

o 


(4) 

Occi pi tal 

1 


(5) 

p p j g -1^ ^ ;[ 

o 


C 6 ) 

Can t r o parietal 

6 


( 7 ) 

0 c c i p i t o fD a i e t a i 

1 


(8) 

F‘‘ a I'" i. e t o t e m p o r a 1 

o 


(9) 

Occ i pi to tempora 1 

4 


( 1 0 ) .1 1 po r a 1 

1 


(A) 

Localisation possible 
(In above cases) 


(69 ,45?/.) 

(B) 

Local isation not possible 

4 cases 


(C) 

Normal EES 

7 cases 


Totc\l Mo» of cases 

•"I* y 

oo 

100.00% 


CT Scan was performed in 3 cases one patient showed a 
granuloma in left parietal region. In one case it showed a 
tuberculoma in central region. In rest of the cases CT Scans were 
normal. On eKamination of fundus of one patient optic atrophy was 
detected. X-Ray chest of one patient showed bilateral tubssrcular 
inf il traticjn .X-Ray skull were normal. Other investigations were 


normal . 



EEG No.. 532 

“ Showing phase re\/srsa.l 

ii i n 

the 


posterior temporal reqj 

1 on 



50 p: V i 




1 Sec„ 










showing general 1 


waves 


p a r t i a 1 s e i z u r e £* 


bee 











- , ^ "f ■ ' 



’ ' ' 5 * . ’^ 1^1 






















EEG No, 667 

! Showing 

phase reversa! 

1. over left 


parietal 

region « 



50 pV 1 

L 





1 Sec, 












EEG No« 612 g ffjhowing secondary general isation of 

epileptif orm chatnges starting from 
right side« 


50 pM 


1 Sec 








EEB No. 545 s Showing generalised epileptiform discharges 

with maximum amplitude over right parietal 
region in a case of secondarily generalised 
seizures- 

50 pV j 


1 Sec 









EIIEG No a 817 s Showing asymmetry of waves with phase 
reversc^l in right frontal region 
in a case of complex partial seizures 

50 pV 1^ 

1 Sec » 
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EL' pi lepsy 


common 


'oquent and EEG techniques are very^ much helpful for 


Con s i d e r" i n g t h i 


c on d LI c t ■ , a ' c o r r* e 1 a t i v e 


bnormalities in, cases partial epile^psi 


pacific prevalence ratios for pa 


be lowest in first decade (Brew 


19E^ 


belonged to third decade 


mum 


Hale to female 


were almost simi 


dominance in this 


nd Hishra ( 1988-89 Hal 


QO 


might' be beccH.ise of more .attention ' given to smale member of 


f am i 1 y i n r u r a 1 po pu 1 a t i on of In d i a 


In many studies males were predominant .n maile to f emale ratio 


Clinical Seizure types 


basis of classification of epileptic seizures given by ILAE in 
1981 and modified in 1982 by Marsden and F?eynolds. 


Bastaut et al (1975) studied 6000 epileptics and worked out 
their different classif iable groups and their relative frequency 
in children and adults. A similar study by Joshi et al (1977) had 
been carried out in India. Both these studies were based on 


Cl ass 1 

f :l c: a i: i. 

on alma 

s t 

simi 1 

ar 

to 

tha 

;t U 

sed 

in 

t 

he preserit 

1 S t 

dy « 

Siffii la 

1 '.. L.l C"1 

ies were 

dc 

jne in 

tf 

lis 

i ns 

‘tit 

l,i t i. 

on 1: 

3y 

DiKit and 

Mis 

h ra 

i, n ( 

1987-8 

13) and 


Sood 

ar 

Id 

Mis 

Jira 

i 

n i 


9SS~-S9 ) . 

F‘r i mary 

genera 

1 ised 

seizures 

d c 

ijminat 

ed 

DUI 

- se 

rie 

s C 

55%; 


in com par 

‘ison 

to 

30% i 

n the 

series 

of 

Sasta 

u t 

et 

al 

(19 

75) 

, 2& 

w. 

in the series 

of 

Jeshx 

et a 

1 (1977) 

t 

»i 

51.7% 

by 

Di: 

Kit 

and 

Mi 

shrc 

'i 

(1987-SS) 

and. 

62% 


by Sood and Mishra { 1988---89) . Next common type was secondarily 
generalised partial seizures (18%). Figure was higher in 
comparison to 12% and 15% in Bastaut et al (1975) and Joshi et al 
(1977) respectively. Cases of simple partiad seizures in the 
present study were (15%) as comparsjd to 50% (Joshi et al, 197'7’’) 
Smallest number of cases were of compleK partial seizures ('7.1) 
which was almost similar i.e. 7% in the study of Joshi st al 
(1977) . 


FEATURES OF SECONDARILY BENERALISED PARTIAL SEIZURES 

In the present study, out of 196 cases, 36(18.36%) cases 
were of this type of seizures premonitory symptoms were present 
clinically, in 16 cases. 
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f. 

I' 


Six .cases presented clinically as tDnic spasm.©,, while in 30 
ca-'ses;, clinical presentation was of tonic clonic types« In a 
study done? by Di^it et al (19S7-SS) these cases were included in 
primary generalised' epilepsy- In these particular cases., ,it is 
thoug.ht that .the spread of .focal discharges was so rapid that 
.focal changes were not present clinically but can be recorded in 
EESi' 


Age of patients ranged from 1 month to 52 years.. Horethan 
One third of patients were below the age of IB years^ .Male to 
t' ^ j }■{ a !l e r a t i d w s 2 « S' « 1 « F' r e q u b n c y o f b e i z ti r e s v a r i e? d f i‘’“ o iii s; © v e r a 1 
attacks in a day to single attack in a year^ 


A e t i Q 1 o g i. c a 1 f a c: t o r w a s p r e s e n t i n 9 ( 2 5 % ) c a s e s ^ 1 i q h 1 1 y 

more in comparision to primary generalised seizures^ Head injury 
was commnest in 4 cases followed by history C3f birth anoKia in 3 
cases and by intracrani ;al space occupying lesion in 3 cases^ 
i n f 1 a m m a t o r y b r a i. n d i s e a s e i n 2 c a s e s » I n a s e r i e s b y J o •"!> n .1 e t a 1 
(1977) aetiological factors were present in 60% of cases.. The 
lesser percentage of etiological factors in the present study 
might b€? because CT scan could be psrform&d in fewer number of 
casesh pc^rticulari ly in the suspected cases of int .racranial 
space occupying lesions., According to Sastaut and Ga.staut 
(197’'6)^ CT scans detect 20% more cerE?bral lesions than the 
combination of long estblished techniques like,, K-ray sskull j, EEG 
and cerebral angiography 




t| 

If 




m 


■■ 

■I 


' I 







F'recipi tating factors were present in -4 cases (.11%) in the 


f Q r rn o f s I e e p 4 c a s e s ^ f a t i. g u b - 1 c a s e s ^ 'f b v e r , 1 , c a s e , « 


Out of ■ 413 cases'^ motor symptoms were .pr>3sent in 16 cases, 
(44%) They' were; present in the form of .twitching of angle of 
mouthp eye' movement j* clonic: /movements of' i irn'b tonic::' spasm.- 


S €? n a r y s y m t: □ m s w e r b i n t h e f o r m o f L i I'l g 1 i n g a n d n u. fti b n e? s •;» 




B (2:2%) casBSn .Sensory motor symptoms were present in 


10(28%) 


4 '..A t: Q n o m i c s y m p t o m s i « e « e p i g a c-: 1 1 '*■ :i c p a. i n w e r c 


fi'ES. FINDI NGS AND CLINICAL CORRELATION 


EEG abnorrn,-*ii j. t Los were detected in about (S0%) erases ^ 
e r* c: e n t a g e b e i. n g s :L g n i. f i c: a n 1 1 y h 1 g h e r t h a n i n c; a s w i. t p i- " i. m a r" y 
generalised seisures« F"indings were focal in 7(19.4%) without any 


secondary general isation while in 1S(50%) 


secondary 


gene:?ra\l isation Wc\s present « In 4 ( 11 « 1 1% ) cases nc^ epi 1 ept ic foci 


□uld be detected and findings were generalised and bilateral! 


symmetrical and synchronous « In 12(33%) cases E?pi leptic focus 


were? an left side and right sided epileptic fc:«cus was present in 
9(25%) casesu In three cases focus was central.. In one another 
case it was bilateral in both temporal region,, This patient was; 
pressn,tEH:j , .clinically with- . aura .of , epigastric pain . and 
ton ic-"c:l on ic convulsions » 


Focus was- clearly demonsrated' in a single lobe area of; scalp 
in 9(25%) cas^^s! In all 'the cases focus determination '.wa's based 


; on maximum slowincj of ^ wave patt.erm.-and phase revers.aiv 



In 16(44%) cases^ EEG focus, i-nvolvc^d two areas of 5ca.lp i.e. 
f r Q n t c:3 p e r i e t a 1 2 c a s e s ji p a r i e t o - o c c: i p i t a I 1 c a a €? 

c;;; e ri 1“. r o p a r i e t a I 6 cases? and a c c: i p i. t o t e? m p o ,r a .1. '^4 c a ■■■:::• e ? 

F'arietotefnporal M EEG changes were s.preadE?d in -such a manner that 


; eKact ^ localisation was not. . possible^?* Thiss might .because? 

} epileptic focus,, was .deep- and EEG changes involved two arBas of 

i ■ ■ . ” ' 

j sc:::alp.« One. patieint of head injury Bhc3wed haematorna in frontal 

I r e g i a n a n d E." E G !i5 h o w e d f r o n t o - p a r i e t a .1 f o c. u. s « F’ a t i. e n t li a d m e m o r y 

I 

:l m p a i f"* m e n t a n d some b e h a v i o u ral ab n o r" m a 1 ity a f t e f" h e a t:;! i n . j u r y » 

i 

One other interesting case? showed central EE(3 fc3CuS|, as phase 
,rnB,vs:'rsal with generalised apilaptic discharge . bi lateral iy 

symmet-rical and syncronous CT -scan showed smal 1 gr-anuloma 'i.n 
I left mid central region « F'atic^nt prese^nted colinical ly with right 

I 

sided sensory motor ? f oca 1 onsErt fa 1 1 owed by gener-a 1 ised 

I 

ton iC""'C 1 on xc convu 1 sions and uncon so iousnessis « 


1 

i 

si 

I 

"If 


I 



In one case foci were bilateral in both the temporal region « 
Patient presented clinically with autonomiC' symptoms, as 
e p i. g a s -t r i c p a i n b b f o re t o n i c c 1 o n i c c o n v u. 1 i o n a n d 

unconsciousness « This might foe because of mirror foci in two 
lobes CKiloh et al? 19S2) „ 

Thcare' were, two patiE?nts of tonic, spasm? one' showed .phase 
.reversal, in f ran ta"-parietal region with general is.ed spi le^pic: 
discharges,. Other showed slowing in the f ron to-parietal region? 


wi t h bi 1 a tera 1 genera 1 ised d isc harges 
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In 


(117.) cases, EEB showed epileptic discharge 


bilaterally symmetrical and almost synchronous without any focal 
changes. The work of Tukel and Jasper (1952) and penfield and 
Jasper (1954) showed it was possible for bilaterally synchroncous 
abnormal ities to appear in the EE8s of patients with epilepsy 
apparently caused by unilateral parasaggittal orbitof rontal , or 
anterior temporal lesions. They called this pattern of 
belaterally symmetrical and synchronous discharges due to some 
focal lesion as secondary bilateral synchrony.. 

FEATUR ES OF SIMPLE PARTIAL SEIZURES ; 


i.' 



In our studyji 29(15%) cases were of simple partial seizures « 
Other studies reported 20% simple partial seizures (Sharan^ 
19Er7)5, Hhereas 50% and 62% reportEM::! by Oastaut et a I (1975) and 
Joshi et al (1977),* respectively « The low percentage of simple 
partial seizures in the present study might be because in 
B u . n d e 1 k h a n d r e g i o n fB o s t of t h e p e r s o n s are o f r • u r a I s a c: i. e t y and 
L\ n e d u c: a t e d d i. d n a ‘1: b a t h e r a b a u t. s i m p 1 e t w i c h i n g a n d m i n o r 
moys?frrents in hand or feet without loss of consciousness.. Age of 
the patients ranged from 10 months to 52 years* In approKimatiSly 
half of the cases seizurnas started below the age of 10 years* 
Male to femalE? ratio was 2«Zsi» 

... F'redisposing factor ' were 'present in '(11%) cases* 'However ^ 
Joshi et al (1972) found predisposing factor in 30% of ca.ses^ 
whereas 


D i K i t a n d M i s h r a 


C19S7'"“-88) could found predisposing 



factor in 15 « 4% of cases « History of head injury was preise^nt in 
2(8.69%) cases. 

Out of ,20 casesn seizurc^s .started from left side in 16 cases 
and from right side in 12. cases « Left sid€”?d dominance? of symptoms 
could not be, explained « Start of seizure frtim thumb or fingu.resi 
could possibly be because representation of hand in brain 
.i, n V o I. V B s m u . c h a r e a -a n d x s i n o r” e p r one to i n j u r i e s « 

EEG Fl.ND.iNGS A.NjD CLIN IC AL CORRE LATION 
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B c a ]. p was f o u n d i n 5 c: a s e s . 


In 7 cases,* findings were strictly focal' without any, 
genera 1 isation to other side« Whereas in other cases ^ there is 
generalisation of epi leptic discharges to other side*. This might, 
be because epileptic discharges in ErTES were spreaded biloiterally 
but clinically patient did not exhibit general ised features L 


FEATURES OF COMPLEX PARTIAL SEIZURES 

The?re were 14 cases {7«1%) case 


of ■■'compleK, partial'. 
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seizures^ male,' to .female ratio wasaL«6sl« In 7(5.3«S5X) cassm 
seizures startefiL below the age of 10 years*, In 16 cases (76„9%,) 
scsizLires started below the age of 20 ymarsn FMndings are almost 
I similar to Aird et al C 1967). who reported that 42% cases^ had 

.their first attack in the first decade and ■ over '75% in'. the first, 
two decade of life. Visamani and Sawhney ( 196.6 )' and Re^idy ( 1971 ) 
d r a w n t h e s i m :l 1 a r c o n c 1 u s i. o n , 



(!] u t o 1 


1 4 


rases p precl.ispo'=ii'>9 factors could be worked out 


only in 3(19 

«37%) cases in 

the form 

f birth anoKic\ 

two cases 

« I h is is 
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in this inst 
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1 and SkDod and 

Hishra (19e8-S 

9 ) » Lesser 

f factor was 
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because 

of the sma 

i. 

f cases C1 scans 

could not be 

performed « 







Aura W'3.B present. , in 9(64%) of cases. It is almost similar 
findiiigs £\s compared to 60% of cases of Shukla et al, 1979. ■, 

Out of 14 casesp 3(21%) case also had tonic c:.lanic 
convulsicjns. Several authors included these somattomotor 
manifestations as a clinical features of psychomotor seizures 
(Eiossi et al, 1984), 

EEB FINDINGS AND CLINICAL CQRRELATIQIM 

57.11% cases showed EES abnormality. Epileptic focus was 


57.11% 





SUMM^FtY COIMCL-US I OIMS 


The Present study entitled "A correlative study of clinical 
presentations annd electroencephalographic abnormaljb-ties in cases 
of partial epilepsies" was carried out on 196 patients of various 
types of epilepsies. A detailed history was taken from patients 
and relatives., Detailed physical examination with more stress on 
examination of nervous system was done in every case. Various 
laboratory investigations including routine EEG was done in every 
case. CT scans were done whenever possible. Observations were 
tabulated and analysed. 

5% of cases were of unclassified epileptic seizures .In 
nearly half of cases seizures started in the first decade. 
Overall male to female ratio was 2.4:1 .Approximately 55X of 
cases belonged to the group of primarily generalised seizures, 
and 40% to the group of partial seizures. Amongst partial 
seizures, secondarily generalised partial seizures were most 
common 36 (45%) cases, followed by simple partial seizures 29 

(36.7%) cases ,and complex partial seizures 14 (17.7) cases. 

58 (74.3%) patients presented with history of recurrent 

seizures 13(16%) cases presented with history of only single 
seizre episode. 7(9%) cases presented as status epilepticus. One 
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Age of patients ranged from 6 months 6 to 52 years. Seizure 
frequency was variable. In nearly half of cases seizures started 
below the age of 10 years. Predisposing factors were present in 
about 12(15%) cases^ they consisted of sleep, sleep deprivation 
fatigue and fever mainly. Premonitory symptoms were present in 
31% of cases, mainly in cases belonging to the group of 
secondarily generalised partial seizures and compleK partial 


seizures 


s » letal events consisted of unconsiousness 31(39,2%) 


cases, motor phenonmena- 55(69,6%) cases, Sensory involvement 
20 (25. 3%) cases €< autonomic features in 4(5%) cases. 


Post ictal features were present in 38 (48%) cases. They mainly 
consisted of Headache , drowsiness, postictal paresis, generalised 
weakness , confusional states and combination of these. 


Associated neurological problems were present in 12(15%) 
cases. They consisted of mental retardation in 3 cases , hemiparesis 
in 3 cases , transient inability to speak in 2 cases, Hyperactivity 
in one case , optic atrophy in one case, confusional state in one 
case and post ictal paresis in one case each. Respiratory system 
involvement was present in 2 cases in form of pulmonary 
tubercular inf il tration ( 1 case) and primary complex in 1 case. 
EEG abnormalities were present in 53 cases of partial Seizures 
out of total 79 cases of partial Seizures, and in 56 cases of 
primarily generalised Seizures out of 108 cases of generalised 
Seizures . 
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Thus EEG abnormal ities were observed in 67% cases of partial 
Seizures and in 52% cases of primarily generalised seizures. 

CT scan could be performed in a limited number of cases (10 
cases). It was abnormal in 3 cases with partial Seizures. In one 
case it should a parietal lobe granuloma on left side. In a single 
case a tuberculoma in central region was present. In Rest of cases 
CT scans were normal. 

Following conclusions could be drawn from the present study. 

1. Patients were of younger age group and sc^izures started below 
the age of 20 years in most of the cases. 

2. Primarily generalised Seizures were commonest type of seizures 
( 55% ). Partial Seizures comprised nearly 40% of cases amongst all 
epilepsies. 

3. Males predominated the sample as male to female ratio was 2.4 

N i . 

4. The comonest type of partial seizures were secondarily 
generalised partial SBizures(45.6%) followed by simple partial 
seizures (36. 7% land complex partial seizures! 17.7%) . 

5. Motor phenonmena were the commonest (69. 6%) components of ictal 
events followed by sensory involvement (25.3%) and autonomic 
features! 5%) . 

•6. EES abnormalities were present more commonly in partial 
seizures (67%) as compared to that in primarily generalised 
seizures (52%). 
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7 . The common EEG abnormalities in partial seizures werej,sharp 


waves, burst of sharp waves and high voltage sinusoidal waves 


seizures) but topographieal distribution of EEG abnormal ities 
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